SUMMARY Central nervous system disorders are not uncommon in patients with hyperparathyroidism and hypercalcaemia. Usually these consist of neuropsychiatric disturbances but acute encephalopathies and seizures may occur. A rare manifestation is cerebral infarction. A patient is presented with neuroradiological evidence of infarction caused by cerebral arterial spasm which appears related to hypercalcaemia due to hypervitaminosis D. Arterial spasm is suggested as a possible aetiological factor in focal neurological lesions associated with hypercalcaemia. Seizures, both generali-sed'0 and focal"1 and acute encephalopathy with permanent neurological deficit'2 have been described in association with hypercalcaemia.
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The psychiatric manifestations of hypercalcaemia have been discussed by several authors. ' 
50 mmol/l. Blood urea was 15-6 mmol/l (normal range 2 0-7-0) and serum creatinine was 037 mmol/l (normal less than 0-11). Haemoglo-bin was 12-9 g/dl, white cell count 11 600 per mm3 with a normal differential count, and ESR 31 mm in 1 hour. X-rays of chest and hands and ECG were normal. Parathyroid hormone assay was not elevated in relation to the hypercalcaemia.
Treatmenit was commenced with intravenous normal saline, frusemide, and prednisone. However, on the day after admission (when the serum calcium was still 3-6 mmol/l) the patient complained of heaviness in her left leg. Over the next seven days this progressed to left hemiparesis involving face, arm and leg, associated with cortical sensory loss and fluent dyslphasia. Both plantar responses were extensor.
Computerised tomographic (CT) brain scan performed seven days aftter admission showed cerebral oedema on the right side with at least two low density areas, one high in the right parietal parasagittal cortex and another in the oocipital region. There was no alteration with contrast enhancement and the *changes were considered to be consisten-t wiith multiple vascular defects. Bilateral carotid arterriography perfor.med the same day showed intense spasm of the distal right internal carotid artery ( figure (a) ) and the proximal portions of the left anterior and middle cerebral arteries ( figure (b) ). Additional localised areas of spasm were seen in distal cortical branches, and siignificant slowing of blood flow transit time through both hemispheres was present. That day lumbar puncture was performed to exclude subarachno,id haemorrhage as a cause of vasospasm. This revealed normal pressure, no abnormal cells or xanthochromia and a normal CSF protein of 0 45 gm/l. The serum calcium level had remained abnormally elevated for four days after admission but then became normal as did all other electrolytes.
Over the next three weeks improvement o,ccurred and only mild pyramidal and dominant parietal lobe features remained at the time of discharge.
A second CT brain scan performed two weeks after the initial one showed mild residual cerebral oodema in the right hemisphere and the two regions previously described now -showed some contrast enhancement consistent with infarction. Reipeat carotid arteriography performed at the same time ( figure (c, d) 
